The macroscopic and microscopic features of auricular chondritis in Wistar rats are described. Histologic lesions are characterized by granulomatous inflammation, chondrolysis, and multinodular proliferative foci. The condition in Wistar rats is compared to auricular chondritis in other strains of rats.
Auricular chondritis, also known as auricular chondropathy, has been described in aged Fawnhooded (Prieur et al., 1984) and Sprague-Dawley (Chiu & Lee, 1983) rats. The lesions are bilateral and are characterized by multinodular to diffuse thickening of the auricular pinnae (Chiu & Lee, 1983; Prieur et al., 1984) . Major histologic features are the destruction of the auricular cartilage by granulomatous inflammation and the presence of proliferative immature cartilagenous nodules (Chiu & Lee, 1983; Prieur et al., 1984) . This report documents the first occurrence of spontaneous auricular chondritis in Wistar rats.
Pathology
The animals in this study were two random bred, barrier raised, specific pathogen free, Charles River Wistar albino female treated rats, identified among a group of 200 animals from a subchronic toxicity study. All animals were individually *Correspondence to; Department of Pathology, Ontario Veterinary College, University of Guelph, Guelph, Ontario, Canada NIG 2Wl. Received 13 April 1988; accepted 4 January 1990 housed in suspended, stainless steel cages. Water and food (220 g of Purina Certified Rodent Chow) were supplied ad libitum.
Clinically. bilateral erythema with multiple 2-3 mm subcutaneous nodules were observed on the pinnae of both animals at 10 days of age. The animals were euthanized at 133 days of age by deep ether anaesthesia, and all the tissues were examined grossly, collected, and fixed in 10070 neutral buffered formalin. Following routine processing, the pinnae, sternum, and femoral epiphyses and metaphyses of affected animals were sectioned at 5/Lm and stained with hematoxylin and eosin (HE), periodic acid schiff (PAS), alcian blue (AB), Ziehl-Nielson acid fast (ZN), Warthin-Starry (WS), Masson trichrome and gram stains.
Microscopically, throughout the length of the pinnae the auricular cartilage was intermittently disrupted and thickened up to 5 times normal by granulomatous inflammation and multinodular proliferative foci (Fig. 1 ). The normal cartilage was abruptly truncated by chondrolysis with invasion by mesenchymal cells. The latter were accompanied by an extensive infiltrate of macrophages with fewer lymphocytes, neutrophils, plasma cells, and occasional Langhans' giant cells (Fig. 2) . Numerous dilated, congested vessels within abundant immature edematous fibrous tissue were irregularly scattered throughout the inflammatory foci. Within or adjacent to these areas were proliferative foci characterized by discrete irregular nodules of nascent cartilage composed of numerous chondroblasts embedded in a pale eosinophilic matrix (Fig. 3) . There was mild compression and atrophy of adjacent skeletal muscle. The overlying dermis and epidermis were normal, and microorganisms were not identified in the special stained sections.
No gross or microscopic changes were observed in the sternal or femoral cartilage of these animals.
Discussion
The histologic lesions of spontaneous auricular chondritis in Wistar rats are similar to those reported in Fawn-hooded and Sprague-Dawley rats except for mineralization or osseous metaplasia (Chiu & Lee, 1983; Prieur et al., 1984) . Because the lesions occurred in younger animals, exhibited more erythema, and lacked extensive stromal cell proliferation (Prieur et al., 1984) , the condition in Wistar rats may represent an earlier and more active stage of the disease. Absence of external lacerations, haemorrhage or fibrosis, and the lack of demonstrable microorganisms mitigate against an infectious or traumatic etiopathogenesis in the Wistar rat. Spontaneous auricular chondritis of Wistar, Fawn-hooded (Prieur et al., 1984) , and Sprague-Dawley rats (Chiu & Lee, 1983 ) is similar to the auricular lesions produced in rats immunized with Type II collagen (Cremer et al., 1981; McCune et al., 1982) . Unlike the spontaneous disease, the immunized rats also develop arthritis (Cremer et al., 1981; McCune et al., 1982) . Arthritis also occurs in relapsing polychondritis of humans, a systemic disease affecting cartilagenous tissues, including the auricular cartilage (Foidart et al., 1978; Meyer et al., 1981) .
The putative cause of human relapsing polychondritis and the lesions in rats immunized with type II collagen is autoimmunity to native Type II collagen (Cremer et al., 1981; Foidart et al., 1978; McCune et al., 1982; Meyer et al., 1981) . Based on the morphologic similarities of the auricular lesions, it has been suggested, but not proven, that spontaneous auricular chondritis of rats share a similar pathogenetic mechanism (Prieur et al., 1984) .
As the two females in this report were the first Wistar rats observed with this condition, it is not possible to determine the incidence of the condition or if there is a sex predilection in this strain. Female Fawn-hooded rats appear to be predisposed to auricular chondritis (Prieur et al. , 1984) , but a sex predilection was not noted for Sprague-Dawley rats (Chiu & Lee, 1983 
